SUMMARY A patient with systemic lupus erythematosus developed pulmonary haemorrhage and pulmonary infarction as rare initial manifestations of her disease. The latter was associated with the presence of the circulating lupus anticoagulant. She recovered with pulse doses of methylprednisolone and plasmapheresis. Anticoagulants were not administered. 
Diffuse pulmonary haemorrhage is a serious complication of systemic lupus erythematosus (SLE) with a high mortality. The underlying histopathological changes have been reported to consist of a microangiitis in addition to alveolar haemorrhage.1 Diagnosis has depended on recognising the clinical picture of haemoptysis, dyspnoea, and anaemia in association with alveolar infiltrates shown by chest x 2 ray. The finding of haemosiderin laden sputum macrophages is additional confirmation of alveolar haemorrhage. Treatment of this life threatening complication has comprised high dose steroids, including pulse methylprednisolone, cytotoxic chemotherapy, and plasmapheresis in combination with ventilatory and haemodynamic support. 34 The presence of the lupus anticoagulant in patients with SLE has been associated with an increased risk of thromboembolic phenomena, such as deep vein thrombosis and pulmonary embolism, etc. Numerous reports have confirmed the clinical importance of this autoantibody.
We report a patient with SLE who presented with pulmonary haemorrhage and pulmonary infarction as an initial manifestation of her illness. In addition, there was evidence of the presence of a circulating anticoagulant. 7 Immunofluorescence studies have shown predominantly IgG deposition in the alveolar septae.' 8 9 The patient that we report presented with pulmonary haemorrhage and infarction as initial mani- tions of SLE is an unusual and rare occurrence. There has only been one previous report by Carette et al of a patient who had a pulmonary embolism preceding the development of pulmonary haemorrhage.10 This patient, however, developed pulmonary haemorrhage while receiving heparin anticoagulation treatment and had thrombocytopenia as well. In our patient the pulmonary haemorrhage was almost certainly due to the disease process itself. Contributory factors such as thrombocytopenia, cardiac failure, and uraemia were absent. The causes of pulmonary infarction in SLE are numerous, and they include local vessel wall abnormalities, the presence of the lupus anticoagulant (LA), and pulmonaryvasculitis. Complete pulmonary infarction is uncommon owing to the presence of a dual circulation to the lungs. The radiological changes described have included wedge shaped infarcts as in our patient, the melting sign, and basal atelectasis with or without pleural effusion. Ventilation perfusion lung scans are both sensitive and specific in the diagnosis of pulmonary embolism.1 It was not diagnostic in our patient, however, as it was performed a month after the onset of radiological changes.
Pulmonary infarction in association with pulmonary haemorrhage and the lupus anticoagulant has not been reported before. We believe that our patient had the LA as shown by the prolonged thromboplastin time, which was not corrected by the addition of normal plasma.'2 We believe that both the lupus anticoagulant and pulmonary vasculitis might have contributed to her pulmonary infarction. The lupus anticoagulant and anticardiolipin antibody are strongly associated with venous and arterial thrombosis.I1 '8 This has led to the suggestion of long term anticoagulation as a method of treatment for patients with these antibodies. The optimal treatment and length of treatment of patients with the LA is by no means settled, however. Patients do improve without treatment or with treatment that did not suppress the LA.12 Anticoagulation treatment was withheld in our patient because of the continuing pulmonary haemorrhage. The LA disappeared when she was treated with plasmapheresis for pulmonary haemorrhage. Although we do not advocate plasmapheresis as another method of treatment for the LA, we believe that this patient did benefit from plasmapheresis for her life threatening disease.
Pulmonarv haemorrhage is associated with a high mortality.3 719 Aggressive treatment with pulse doses of methylprednisolone, cytotoxic drugs, and plasmapheresis has yielded variable results.27 The response of our patient to treatment is compatible with that of patients with pulmonary haemorrhage, who do respond to therapy. The results of treatment for pulmonary haemorrhage in the absence of other contributory factors, such as cardiac failure, uraemia, and bleeding diathesis, have been variable. Some patients have responded but have had recurrences of this complication. Others have had no recurrences after the initial episode. A few have not responded even to aggressive treatment and have died.
Our patient is both interesting and unusual in that she presented with coexistent pulmonary haemorrhage and infarction in association with a circulating anticoagulant, which has not been previously de- scribed.
